Gastric inflammatory fibroid polyps (IFPs) are rare benign lesions that occur in the distal stomach. We describe a 70-year-old womanwith Helicobacter pyloripositive gastric IFP treated with eradication. Gastroduodenal endoscopy revealed a pyramidal-shaped, broadbased tumor with an ulcerated apex at the antrum.
Introduction
Inflammatory fibroid polyps (IFPs) are rare benign lesions that occur in a variety of sites in the gastrointestinal tract, but are most commonin the distal stomach and distal ileum (1) (2) (3) (4) . It is not clear whether IFPs are neoplasms or an inflammatory phenomenon, and the role of Helicobacter pylori {H. pylori) infection in its etiology remains unclear. In this paper, we report a case of gastric IFP which revealed a marked morphological change in response to H. pylori eradication.
Case Report
A 70-year-old womanpresented to the Shiga University Hospital for managementof a gastric tumor discovered during an evaluation for anemia. The laboratory data indicated mild anemia with a hemoglobin level of 7.7 g/dl. Gastroduodenal endoscopy revealed a pyramidal-shaped, broadbased tumor with an ulcerated apex on the posterior wall of the antrum ( Fig. 1A and B) . Biopsies showed fragments of fibrous tissue with hemorrhage, edema and necrosis. The mucosa of both the antrum and the body showed active chronic inflammation, and several hyperplastic polyps (diameter 0.2-0.5 mm) were presented in the body (Fig. 1C ). H. pylori was positive by both histology and tissue culture. The section was incomplete, but 6 months after endoscopic study no sign of recurrence was seen (Fig. 3D ).
Discussion
The IFP is a localized, non-neoplastic growth of the gas- suggested the involvement of inflammatory mechanismsor reactive responses rather than a neoplastic growth (1). As was postulated in previous reports, the proliferation of mucosal fibroblasts or myofibroblasts in response to a variety of factors in the lumen, such as bacteria, chemicals and mechanical factors, might be involved in the pathogenesis (1). This might be responsible for its location in the stomach, because the antrum is exposed more than other sites due to various mechanical, biological and chemical factors. In this process, an ulceration or a defect in the epithelium could serve as easy access point for these factors to invade to mucosal fibroblasts and/or myofibroblasts. This concept is supported by a case described by Matsushita et al (3) . They reported the accelerated growth of IFPs after incomplete resection by endoscopy, and speculated that the A B might induce the focal growth of these cells. In the present case, H. pylori was abundant, and the gastric mucosawas severely inflamed with hyperplastic polyps. Previous studies have demonstrated that H. pylori infection is closely associated with chronic gastritis and hyperplastic polyps (8, 9) , based on the efficacy of H. pylori eradication therapy in these gastric disorders. In our case, we observed the disappearance of active gastritis and the improvement of multiple hyperplastic polyps after the elimination of H. pylori. One interesting observation is that IFPs exhibited a marked morphological change in response to the eradication of H. pyroli. This finding suggests that H. pylori infection may affect the pathophysiology of IFPs. In our case, the ulceration at the apex of the IFP was present. As mentioned above, this might serve a direct route of contact of H. pylori to the major proliferating cells of the tumor, and might stimulate their growth. Factors generated by H. pylori, such as cytotoxins, could be considered as stimulants (10) . Wemust pay attention to the influences of improved acid secretion on the morphological changes of tumors. In the present case, the 24-h gastric pHmonitoring indicated that gastric acidity was improved after H. pylori eradication. So, it is possible to consider that improved acidity might induce an enlargement of the apex ulcer of the tumor. This report suggested a possibility that H. pyloli may play a role in the pathophysiology of IFPs. Further studies using an increased number of cases are needed to define the proposed active role of H. pylori in the pathogenesis of IFPs. 
